He received no first aid until he arrived at a local hospital where he was treated for progressive anaphylaxis and circulatory collapse. After several days his systemic illness improved and he was left with deep discolouration over the dorsum of his right elbow and symptoms of a right ulnar nerve palsy. Ten days later he was transferred to our care.
He received no first aid until he arrived at a local hospital where he was treated for progressive anaphylaxis and circulatory collapse. After several days his systemic illness improved and he was left with deep discolouration over the dorsum of his right elbow and symptoms of a right ulnar nerve palsy. Ten days later he was transferred to our care.
Examination showed signs of intrinsic weakness of the right hand, with an incomplete sensory palsy in the ulnar nerve distribution. The skin overlying the elbow was deeply pigmented, and appeared close to necrosis (Figure 1 ). He was otherwise well with no systemic signs.
Nerve conductance studies showed reduced sweating in the ulnar side of the palm and a raised sensory threshold in the ulnar nerve territory. Electromyography showed conduction velocity diminished across the elbow, consistent with a lesion at that level.
Surgical exploration of the ulnar nerve at the elbow was carried out in case the delay was due to compression within the ulnar tunnel, however this was not confirmed. The nerve was oedematous and the adjacent muscle ischaemic. Despite its appearance, the skin healed without necrosis and four months later the ulnar nerve palsy was recovering.
Discussion
Few jellyfish have stings which can penetrate human skin, however members of the family Chirodropidae may all cause systemic envenomation. Chironex flecheri (box-jellyfish, Figure 2 ) has been responsible for many deaths in tropical waters, particularly around Australia".
Guillain-Barre syndrome following severe exertion The Guillain-Barre syndrome (GBS), consists of a progressive, symmetrical, ascending flaccid paralysis; areflexia; minimal or absent sensory impairment; and an albumino-cytological dissociation in the cerebro-spinal fluid'. Clinical and laboratory studies indicate that the syndrome is a result of auto-immune sensitization to neuritogenic peptides (eg the P2 component of myelin basic protein)", initiated in areas with a deficient blood-nerve barrier", and ultimately resulting in demyelination. More than 30% of GBS cases have identifiable risk factorsinfections, vaccinations, toxins, surgery, etc", This report identifies unaccustomed severe exertion as a possible risk factor.
Case report
A previously healthy 22-year-old man was admitted with a 2-day history of initial muscle cramps, weakness and a sensation of 'numbness' in both lower limbs, which rapidly evolved within 24 h of admission to a symmetrical weakness of all four limbs with some perceived difficulty in breathing. Swallowing, visual and sphincter functions were normal. There was no history of recent febrile illness, rashes, sore Envenomation may cause severe cutaneous pain and whealing, dermonecrosis, cardiac toxicity, pulmonary oedema and vasomotor failure. These may result in death unless treatment is prompt", Peripheral neurotoxicity has been demonstrated in animal studies", but has not been reported in man. These effects result from multiple toxins found both in the discharging nematocysts and in the tentacles themselves. Rapid removal of the tentacles using vinegar, or dry sand reduces the local and systemic action of these toxins",
The absence of first aid in this case allowed high local concentrations of toxins to occur over the dorsum of the elbow. This resulted in pre-necrosis of the skin and underlying tissues. We postulate that the superficial position of the ulnar nerve at the elbow explains the development of the localised nerve injury.
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Hartwick R. The box-jellyfish. In: Covacevich J, Davie P, Pearn J, eds. throat, vaccination or drug ingestion. However, 2 days prior to the onset of clinical illness, this normally sedentary patient had engaged in a particularly exhausting game of squash, which had lasted about 90 minutes, with only a couple of minutes rest at intervals. No injuries were sustained during the game. Examination revealed an obese, fully conscious adult, afebrile, anicteric, areflexic, with diminished muscle power in both lower (MRC grade 2/5) and upper (MRC grade 3/5) limbs, a mild calf muscle tenderness, and absent plantar responses. Cranial nerves were intact. Pulse rate on admission was 136/min, regular rhythm; blood pressure was 150/95 mmHg in the supine position. Respiratory examination was normal. Investigations showed a normal plasma biochemistry profile, with euglycemia. Blood smears were normal, and no pathogens were isolated after prolonged blood culture. Erythrocyte sedimentation rate was 4 mm/h (Westergren); and serological tests for syphilis, Widal agglutinin titres and urinary porphobilinogen tests were negative. Lumbar puncture demonstrated a cerebrospinal fluid protein of 200 mg/dl, glucose 2.8 mmolll, chloride 120 mmol/l, cell count I/rnm", and no growth on tissue culture.
The patient's vital signs stabilized soon after admission, and he was started on hydrocortisone 100 mg intravenously as a bolus, followed with oral prednisolone 20 mg thrice daily. Clinical progress was monitored with daily muscle power/ tidal volume/peak flow rate assessment, which revealed a clinical nadir on the third post-admission day, after which recovery was sustained. Full recovery, with late physiotherapy, was noted after 6 weeks.
Discussion
The patient showed the classic features of GBS -an acute, rapidly progressive, clinical onset of flaccid quadriparesis without any objective signs of sensory dysfunction, and early recovery without relapse. There was no clear precipitating factor, except for an isolated bout of severe unaccustomed 0141-0768/91/ 020116-02/$02.00/0 © 1991 The Royal Society of Medicine exertion,2 days before onset of symptoms. Several putative triggers are temporally related to GBS, but there is no physiological relationship between these factors, suggesting that the pathways utilized in mediating neuronal damage are different. The currently accepted theory is that certain individuals possess inherently hyper-reactive B-Iymphocyte clones", which are ordinarily held in check by T-suppressor cells": any situation which disturbs this balance permits a polyclonal B-cell activation, with proliferation of immunocompetent cells secreting antibodies to neuritogenic peptides. This model is in keeping with the clinical features of the disorder", Stress can affect both the nervous and immune systems: witness the exacerbation/onset of organ-specific autoimmune disease with emotional stress", immune dysfunction after rotation/electric shock", seizure activity following physical activity in the predisposed", the onset of GBS after cervical sprain or head injurylO, and paralytic complications in poliomyelitis following exertion. The effects of exercise can be rather unpredictable -experiments suggest that acute exertion is immunosuppressive in man, whilst chronic exercise in animals boost the immune syatem".
Acute exertion provokes an acute stress reaction (a teleologically purposeful response), with secretion of cortisol, catecholamines, endorphins, interleukins, a-interferon; a transient (up to 20 h) depression of in vitro lymphocyte responses, and a marked fall in CD4 subset counts'".
It is therefore likely that exercise was not merely fortuitous in this patient's disease, though considering the relative rarity of GBS, it probably only acts as a trigger in the predisposed. In fact, exercise may have a specific 'neurotropic' effect by stressing a subclinically damaged nerve -either by metabolic exhaustion, elevated capillary flow (hence, increased endoneural pressure), re-activation of neurotropic viruses (as have been suggested in the myalgic encephalomyelitis syndrome), or release into the circulation of sequestered antigens, through a deficient blood-nerve barrier.
The ultimate proof of aetiology in this case, would be the reproduction of GBS with another bout of severe exertion, Journal of the Royal Society of Medicine Volume 84 February 1991 117 which is not only ethically unjustifiable in a potentially lethal disorder, but raises questions about the inclusion of recurrent paralysis within the purview of GBS.
